Aim-To compare the histological characteristics of Helicobacter pylori positive chronic gastritis in patients with and without associated duodenitis. Methods-Gastric mucosal biopsy specimens were obtained from patients undergoing endoscopy for dyspepsia. Severity of gastritis and density of H pyloni infection were graded according to the Sydney system. Results-Of the 69 patients studied, 15 had normal histology, 22 had chronic gastritis only (77.3% Hpylorn positive), 21 had duodenitis (90.5% H pyloni positive), and 11 had other diagnoses. In the H pyloni positive patients, the median gastritis score was higher in the duodenitis group (6, range 3-9) than in the chronic gastritis only group (5, range 2-8), because of greater neutrophil activity scores in patients with duodenitis (median score 2 v 1). There were no differences in the density of Hpyloni infection, inflammation, atrophy, or intestinal metaplasia between patients with chronic gastritis only and those with duodenitis. Conclusions-These results suggest that H pylori positive patients with duodenitis have a more severe form of gastritis than those without associated duodenal inflammation. This is because of increased neutrophil activity, which seems to be independent ofthe density of H pyloni infection. 
Helicobacter pylori infection is the major cause of chronic gastritis,' and is associated with more than 90% of duodenal ulcers.2 Eradication of the organism dramatically alters the natural history of duodenal ulcer disease by preventing relapse.3 However, it is not clear why only some subjects with chronic gastritis develop duodenal ulceration. Although the close relation between Hpyloni and the gastroduodenal mucosa has been studied extensively,"" there is little information on the histology of the gastric mucosa in patients with and without associated duodenal inflammation/ulceration. Duodenitis is almost invariably present in duodenal ulceration and is believed to be part of the same pathophysiological spectrum. 29'0 
Methods
The study was approved by the Northwick Park Hospital ethical committee. Patients undergoing routine upper gastrointestinal endoscopy for dyspepsia were invited to participate in the study and written informed consent was obtained. Patients were excluded if there was a history oftherapy with H2-receptor antagonists, proton-pump inhibitors or antibiotics in the preceding four weeks, or if there was endoscopic evidence of oesophagitis or malignancy. All of the endoscopies were performed by a single operator (PSP) using an Olympus Q20 gastroscope. Two mucosal biopsy specimens were taken from each site: the gastric corpus (anterior and posterior wall), the antrum (within 3 cm of the pylorus), as well as the first part of the duodenum.
The gastroduodenal biopsy specimens were examined histologically by a single pathologist (ABP), who was unaware of the endoscopic findings. Biopsy tissue, fixed in 10% formalin and embedded in paraffin wax, was sectioned at 3,im and stained with haematoxylin and eosin, as well as a cresyl-fast violet stain for H pylori. Gastritis was graded according to the Sydney System." This grades the severity of inflammation, activity (the degree of polymorph neutrophil infiltration), atrophy, and intestinal metaplasia on a scale from 0 to 3. A subsequent "gastritis score" for each biopsy site was obtained by combining the scores for the four individual characteristics (maximum possible score= 12). The "total gastritis score" was obtained by combining the gastritis scores for the corpus and antrum (maximum possible score = 24). In accordance with the Sydney system, the density of H pyloni infection was also graded semiquantitatively on a scale from 0 to 3. Duodenitis was graded on a scale from 0 to 3, according to Whitehead.'2 Patients with special forms of gastritis, gastric ulceration or those with malignancy were excluded. For analysis, the patients were divided into three groups: (1) normal (gastritis score = 0, duodenitis score = 0); (2) chronic gastritis only (gastritis score 1 or more, duodenitis score = 0); and (3) active gastritis, and one with lymphocytic gastritis). Association between chronic gastritis, duodenitis and H pylori Using the standardised Sydney system for grading gastritis, we have demonstrated that the gastric inflammation in patients with duodenitis is more severe than in those with chronic gastritis alone. This seems to be because of higher activity scores, reflecting greater neutrophil infiltration. Of particular note is that the greater severity of gastritis in the patients with duodenitis did not seem to be associated with any statistically significant differences in the density of H pylori colonisation. In addition, there were no significant differences between the chronic gastritis only and the duodenitis groups in the degree of atrophy or intestinal metaplasia. Our results are in agreement with those reported by Genta et al,6 who were also unable to find any significant differences in the density of H pylori infection between patients with duodenal ulceration and those with chronic gastritis alone. Two studies confirm our findings of a more severe gastritis and higher neutrophil activity in patients with duodenal ulceration when compared with those with either non-ulcer dyspepsia"7 or gastritis only.'8 However, in contrast to our results, both of these studies found higher H pylori density scores in the antrum of patients with duodenal ulceration. It is important to note that the results from these studies may not be directly comparable with those presented in this paper as duodenal histology was not used to categorise patients. It is possible that endoscopically normal cases with histological evidence of duodenitis may have been misclassified. A further explanation for the difference in our results may be that as the overall severity of chronic gastritis in our cohort of patients was relatively mild, these patients may not be representative of H pylori positive subjects in other countries. Lastly, the possibility cannot be entirely excluded that the number of patients in our study may not have been large enough to detect a small difference in H pylori density between the two groups of patients.
The prevalence of gastric metaplasia in our dyspeptic patients was similar to that reported by other groups.'109 We have also shown that the incidence of gastric metaplasia is higher in patients with duodenitis. In this study, colonisation of the duodenum by Hpylori was seen only in the duodenitis group. These findings are in agreement with previously published work (reviewed by Wyatt2), which suggests that gastric metaplasia develops as a response to the presence of an increased gastric acid load in the duodenum. In summary, we have demonstrated that H pylori positive patients with duodenal inflammation have a more severe form of chronic gastritis than those without associated duodenitis. This is because of an increase in the neutrophil activity, which seems to be independent of the density of H pylori infection. The results of this study are in agreement with published work, suggesting that H pylori positive patients with duodenal inflammation/ ulceration represent a particular cohort in whom there is a more severe gastric inflammatory response to the infection. The strain of the organism may be a more important factor than the density of infection in determining the gastric inflammatory response to H pylori.
